Introduction
The local reaction that occurs at sites of blastocyst attachment has been compared to an acute inflammatory reaction and there are significant similarities between the two processes (Finn, 1986) . Both processes involve resident fibroblasts, infiltrating cells of bone marrow origin and changes in local vascular reac¬ tions. From the pharmacological point of view, inhibitors of prostaglandin synthesis reduce the local increase in vascular permeability in both inflammation and implantation (Kennedy and Armstrong, 1981) and histamine antagonists may prevent (reviewed by Shelesynak, 1959) or modify (Brandon and Wallis, 1977 ) the implantation reaction (but also see review by De Feo, 1967, and Brandon and Raval, 1979) . The possible relevance of leucocytes to implantation was emphasized by Shelesnyak (1959) who noted the infiltration of the rat uterus by eosinophils, neutrophils and mast cells before blastocyst attachment and the rapid reduction in the numbers of these cells at about the time that implantation is initiated. Smith and Wilson (1974) noted a highly specific association of neutrophils with the attaching blastocyst and Finn and Pope (1991) found an increase in the number of neutrophils within attachment sites in mice. However, Rogers et al (1992) Spector, 1962; Ryan, 1967) . This predominance is short lived and neutrophils are cleared away in the lymphatic system (Paz and Spector, 1962) . The peak of neutrophil accumulation in acute inflammation is at 8 h, whereas monocyte accumulation peaks at 24 h (Ryan, 1967) and monocytes and newly-differentiated macrophages may predominate from as early as 12 h (Paz and Spector, 1962) to several days (Hurley et al, 1966) after the initial stimulus.
It is not possible to define the exact time of application of the stimulus that initiates the implantation reaction as the nature of this initial stimulus is not known. Early implantation sites can be detected only once attachment and the local increase in vascular permeability have occurred resulting in the egress of albuminbound vital dyes such as Pontamine Sky Blue. Such 'blue sites' can be detected from the night following day 4 of pregnancy in mice, when day 1 is the day on the morning of which a mating plug is found (Finn and McLaren, 1967) (Lo et al, 1989) and monocyte (Arnaout et al, 1988) adhesion to endothelium in vitro, and phagocytes obtained from the blood of patients with leucocyte adhesion deficiency, who are deficient in CD11/CD18 proteins, also do not bind to endothelia (Harlan et al, 1985) . In the mouse, treat¬ ment in vivo with a mAb that binds to a functional adhesion epitope of the subunit of CR3 (CDllb) inhibits recruitment of neutrophils and monocytes in several models of inflammation (reviewed by Rosen, 1990 (Fig. 3a, b) (Hume and Gordon, 1985) including the uterus (Hume et al, 1984;  Redline and Lu, 1989; De and Wood, 1990) . Tachi and Tachi (1986) used India ink uptake to label phagocytic macrophages in rats and found that these were present in the pre-attachment endometrium and myometrium and were excluded from early decidual tissue. It was confirmed that these phagocytic cells were macrophages by nonspecific esterase staining and ultrastructural criteria. Phagocytic cells were concentrated near attachment sites giving rise to 'black sites' in the early implan¬ tation uterus. The distribution of macrophages reported by Tachi and Tachi (1986) Neutrophils are the first leucocytes to be recruited to sites of injury and inflammation (Paz and Spector, 1962) and are recruited to sites of blastocyst attachment in mice (Smith and Wilson, 1974; Finn and Pope, 1991 Gordon, 1990) , sites of injury (Lunn et al, 1989) and infection (Rosen et al, 1989a) and to reduce oedema as well as recruitment in a model of delayed-type hypersensitivity (Rosen et al, 1989b 
